A 67-year-old patient was admitted to our hospital because of a hypertensive urgency. The chronic intake of a herbal remedy containing approximately 10% liquorice root was found to be the triggering agent. With liquorice consumption discontinued, the patient's blood pressure levels fell rapidly and potassium levels normalised. Arterial hypertension was first diagnosed a week earlier when treatment with 5 mg bisoprolol was initiated. Follow-up consultations with his general practitioner revealed continuously elevated blood pressure levels under bisoprolol treatment. Doubling the bisoprolol dose as well as adding acupuncture did not sufficiently lower his blood pressure. On admission, the patient denied that he was using further medications. Right-sided, non-invasive blood pressure, measured on a sitting patient, reached 230/110 mm Hg, with left-sided blood pressure rising to 230/100 mm Hg. Physical examination was normal. Screening for pheochromocytoma and hyperthyroidism was negative. However, a slight hypokalemia at 3.2 mmol/l was noted, possibly hinting at hyperaldosteronism as the underlying cause of hypertension. We stopped bisoprolol treatment and initiated a treatment with the metabolically inactive Ca-channel-blocker amlodipin, aiming to rule out hyperaldosteronism in further tests.
The morning after admission, we saw the patient taking a herbal remedy produced on special demand by Complemedis AG (5012 Schoenenwerd, Switzerland), containing, among other herbs, approximately 10% liquorice root (see Appendix A1 for full content details). The patient took this drug to improve his general well-being and increase his energy levels. It is known that glycyrrhetinic acid, the active substance in liquorice, can produce pseudoaldosteronism by inactivating 11-beta-hydroxysteroid-dehydrogenase and by binding to mineralocorticoid receptors. 1 Sigurjonsdottir et al. 2 have shown that the full hypertensive effect of liquorice is already reached after 14 days of continuous intake. Additionally, they demonstrated that even doses as little as 75 mg glycyrrhetinic acid consumed daily can cause a significant rise in blood pressure. The patient presented in this clinical vignette had consumed about 180 mg glycyrrhetinic acid daily over a period of 1 year. We diagnosed a liquorice-induced pseudoaldosteronism, leading to arterial hypertension and hypokalemia. With chronic liquorice consumption discontinued, the patient's blood pressure levels under amlodipin therapy fell rapidly to 140/80 mm Hg within 36 h and potassium levels normalised to 3.6 mmol/l. Owing to the negative cardiovascular effects of long-term Ca-channel-blocker administration described by Psaty et al. 3 and in the nurses' health study, 4 we initiated a treatment with 300 mg irbesartan and 5 mg nebivolol, after having ruled out a primary hyperaldosteronism. Both drugs were tolerated well by the patient.
A 24 h haemodynamometry, 17 days after discharge from hospital, showed normal blood pressure regulation under the present medication. Mean arterial blood pressure was 120/75 mm Hg, with less than 25% of measurements reaching levels over 130/ 80 mm Hg. It is well known that patients with underlying essential hypertension are more sensitive to the inhibition of 11-beta-hydroxysteroiddehydrogenase by liquorice than normotensive control subjects. 5 Liquorice, a common sweet in northern Europe and a widespread tea-sweetener in Arabic regions, has repeatedly been shown to cause arterial hypertension. Physicians in these regions are well aware of its clinical significance. However, this vignette shows that liquorice abuse can easily occur in other settings and should be considered especially if additional signs of hyperaldosteronism like hypokalemia, polyuria and polydipsia are present. Furthermore, patients do not always mention complementary medication during drug history because they often do not realise that these preparations contain active substances. Directly asking about alternative medical drugs therefore is important. To our knowledge, we were the first to describe a liquorice-induced pseudoaldosteronism after the chronic intake of a herbal remedy.
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